To determine whether sensorimotor strokes should be considered as lacunar syndromes 34 consecutive patients with first-ever ischaemic sensorimotor stroke were evaluated and compared with 103 patients with non-lacunar infarcts and another 88 patients with lacunar infarcts. Potential thromboembolic sources were more frequent in patients with nonlacunar infarcts (p = 0 003, versus sensorimotor strokes). Although the overall prevalence of hypodense lesions at CT scan was not significantly different among the three groups, lacunar lesions were found in 47-1% of sensorimotor strokes, compared with 6-8% of nonlacunar infarcts (p < 00001). In a mean follow up period of 28-7 months, the incidence of stroke and myocardial infarction among sensorimotor strokes was similar to that of patients with lacunar infarct, but significantly lower than in non-lacunar infarcts (p < 0 05). These results demonstrate important differences between sensorimotor and nonlacunar infarcts, but qulite similar findings in sensorimotor and lacunar strokes, and thus support the theory that sensorimotor strokes are commonly due to lacunar lesions.
Lacunar infarctions are a subgroup of ischaemic strokes characterised by welldefined clinical syndromes resulting from small infarcts in the deep structures of the brain.' They are commonly attributed to small artery disease, as opposed to cardioembolic or large artery thromboembolic strokes2'. As summarised by a recent review,5 evidence appears to support this hypothesis. In addition to the classic lacunar syndromes (first described by Fischer') sensorimotor stroke has also been included among the lacunar strokes by some authors,3 10 but others point to the limited pathological confirmations available to support this opinion." Weisberg" argued that the blood supplies to the internal capsule and thalamus are usually separate, and attributed sensorimotor stroke to embolic or atherosclerotic disease, as opposed to lacunar strokes which he ascribed to arteriolar disease. In a recent population-based surveyl' sensorimotor stroke accounted for 38-2% of all lacunar infarcts, and for 9-4% of all first-ever ischaemic strokes. It is thus important to establish whether sensorimotor strokes, as a group, are caused by small artery disease or whether they occur as a result of embolic or atherosclerotic mechanisms. We therefore conducted a prospective study on a series of patients with sensorimotor stroke and compared them to a group of definite lacunar infarcts, and to another group of nonlacunar infarcts.
Patients and methods This prospective study included 225 consecutive patients with first-ever ischaemic stroke (symptoms lasting more than 24 hours) who were seen between 1 August 1983 and 31 January 1987 at the emergency room of the Policlinico Hospital in Milan within 72 hours of the onset of symptoms, and then admitted to hospital at the local neurological department. The clinical diagnosis was confirmed in all cases by CT scan which was performed on admission and repeated after five to eight days. CT (performed in the first part of the study with an EMI 1010 and later with a GE 8800 scanner) was (independent in self-care, with return to prestroke activities); "mild" (requiring help in some activities of daily living, but able to walk without assistance); "moderate" (requiring help in all activities of daily living, walks only with assistance); "severe" (bedridden or chairbound).
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In conclusion, our study demonstrates several important differences between sensorimotor strokes and non-lacunar infarcts, but quite similar findings in sensorimotor strokes and lacunar infarcts. While careful investigation is essential to identify the minority of patients in whom sensorimotor stroke is caused \.......~. by thromboembolism, our results support the theory that sensorimotor stroke is commonly _.
due to lacunar infarcts resulting from small vessel disease. In clinical and therapeutic studies they should therefore be included in this distinct subgroup of patients as they share the same pathogenesis and favourable short 30 36 42 u and long term prognosis. 
